A 48-year-old Caucasian male, examined after a minor head injury, was noted to be markedly hypertensive (210/120 mm Hg) whereas 3 months earlier his blood pressure on routine examination had been 130/80 mm Hg. There were no abnormalities on physical examination. Blood tests revealed hypokalaemia (2.5 and 2.7 mmol/L) and urine potassium wastage (122 mmol/24 hours). Plasma sodium was at the lower limit of normal (135 mmol/L), and the plasma creatinine was normal (0.07 mmol/L). While taking sustained release nifedipine monotherapy, he showed an elevated peripheral vein plasma renin activity (PRA, 8.8 nmol/L/h, normal 0.4 -2.7 nmol/L/h) but normal aldosterone (265 pmol/L, normal 50-550 pmol/L, Figure 1) .
Blood pressure, aldosterone, renin and potassium (K + ) levels in a 48-year-old man before, during and after 3 months' treatment with the angiotensin-converting enzyme inhibitor, enalapril.
tensive, asymptomatic and normokalaemic (Ͼ3.7 mmol/L, Figure 1 ).
Alexander and colleagues in 1961 observed that embolism of arteries of arcuate or interlobular size in rabbits often, though not always, induced hypertension which, in many instances was of a temporary nature. 1 Brown and colleagues, made note in 1960 that hypertension in patients with lesions of a segmental renal artery presented a number of problems in regard to diagnosis and management.
2 Probably the first reported case of transient hypertension associated with segmental renal artery occlusion was that by Benraad and colleagues in 1969. 3 Since then, a number of cases of renal segmental infarction have been described. Of the five cases reported by Elkik et al, 4 an aneurysm or dissecting aneurysm of one renal artery was noted in four, and a thrombosis of a lower kidney pole artery was present in the fifth.
Our patient presented with severe hypertension associated with a segmental infarction in the left kidney causing hypersecretion of renin. Three months later, unilateral overproduction of renin had disappeared, and antihypertensive treatment with an ACE inhibitor could be withdrawn. Unlike most patients reported in the literature there were no symptoms referrable to renal infarction-such as flank pain, haematuria, vomiting, fever etc.
The cause of segmental renal infarction in our case is not clear. There was no evidence for a paradoxical embolus from a right to left cardiac shunt, an embolus from the heart itself, a coagulopathy, or an autoimmune or vasculitic disorder. Whatever the cause, it apparently stimulated gross overproduction of renin from the ischaemic region of the kidney, but presumably with complete infarction, renin overproduction waned leading to normalisation of arterial pressure and potassium balance.
Although we found no cause for segmental renal ischaemia in our patient, the case illustrates that the hypertension may require neither a surgical approach nor lifelong antihypertensive treatment. In this regard our patient is akin to two of the five cases reported by Elkik et al 4 and the patients reported by Benraad et al 3 and Lifschitz and Cody. 5 There appears every reason to consider initial medical treatment with an ACE inhibitor or angiotensin II receptor blocking agent in such patients, then to reassess the situation over months or years with the expectation that normotension may be achieved without medication.
